Rearrangement of chromosome band 11q13 in HeLa cells.
Previous somatic cell genetic and molecular genetic studies have localized the Hela cell tumor suppressor gene to the long arm of chromosome 11. To determine if loss of heterozygosity has occurred for the inactivation of the tumor suppressor gene, we investigated the molecular status of chromosome 11 in the HeLa cells. The restriction fragment length polymorphic (RFLP) analysis of four different HeLa sublines showed retention of heterozygosity for the long and short arm specific probes in three of the sublines. Fluorescence in situ hybridization (FISH) studies using whole chromosome painting probes identified 11 material in a marker chromosome in addition to the two normal appearing 11's in these three cell lines. The fourth cell line contained only two 11's. This cell line had lost the 11 material from the marker chromosome. Both molecular and karyotypic analyses indicated q13 as the common site of rearrangement in the derivation of these marker chromosomes. We therefore conclude that 11q13 rearrangement could contribute to the abnormal growth behaviour of HeLa cells in vivo and/or in vitro.